The brain benzodiazepine receptors have been investigated intensively since their discovery in 1977 (1-3). The pharmacolo gically distinguishable peripheral-type ben zodiazepine binding sites, which initially were found in the kidney, liver and lung (4), have not been studied as thoroughly. We reported the detailed characterization of these sites in rat mast cells (5), rat blood platelets (6), mouse thymocytes (7) and rat heart and kidney (8). The peripheral-type benzodiazepine binding sites have no known physiological consequences.
Recently, Wang et al. (9) suggested that these sites are in volved in the regulation of thymoma cell proliferation.
Platelets from hypertensives have been reported to have multiple abnormalities: they exhibit increased adherence to glass beads (10), increased sensitivity to aggregation by ADP (11), decreased sensitivity to ag gregation by in vitro or in vivo exposure to noradrenaline (12), and increased rate of noradrenaline efflux (13).
The spontaneously hypertensive rat (SHR) strain provides a useful model for studying hypertension.
We We found that in the experimentally induced hypertensive animal model, namely, DOCA-salt uninephrectomized rats, the Bma, and K" values in platelets were not sig nificantly different from controls, while the blood pressure of DOCA-salt uninephrec tomized rats was significantly higher than that of the controls (Table 2) .
Changes in the peripheral-type benzodi azepine Bmax were noted in the platelets of the SHR prior to the onset of hypertension. The imipramine binding sites in the platelets remain unchanged, which might imply a certain degree of specificity for the increased Bmax of peripheral-type benzodiazepine. The failure of the DOCA-salt animals to show similar changes would imply that blood pressure per se was not a causative factor for the changes noted. The genetic composition of the SHR and DOCA-salt rats differs and may be a factor responsible for the differences observed. Abnormalities in net Na-' and K+ fluxes have been observed in erythrocytes of SHR (15). An abnormally low ratio of Na+/K+ net efluxes in Na+-loaded/ K+-depleted ery throcytes of human essential hypertensives have been reported (16). However, studies of secondary hypertension have not shown a similar membrane abnormality (17).
The results in this study suggest that the alteration of platelet benzodiazepine binding may represent biochemical markers of primary hypertension.
However, studies on the benzodiazepine binding to platelets of human essential hypertensives are required. Res. 8, 721-723 (1968) 
